. Cx26 mutants do not form heterotypic channels with wild-type Cx26. Cells injected with water (n=24) displayed negligible conductance, while cells injected with Cx26 and paired to form homotypic channels had measureable conductance (8.4 µS, n=24). Cells injected with Cx26 paired to form heterotypic channels with cells expressing Cx26-H73R (n=17) or Cx26-S183F (n=17) exhibited negligible conductance similar to control pairs (Student's t-test, p>0.05) demonstrating an absence of heterotypic channel formation. Data are the mean ± SE. Fig. S2 . Cx26 mutants associated with PPK do not form heterotypic channels with Cx43. Cells injected with water and paired with Cx43 (n=16) displayed negligible conductance, while cells injected with Cx43 and paired to form heterotypic channels had conductance of 9.0 µS (n=20). Cells injected with Cx43 paired with cells expressing Cx26-H73R (n=17) or Cx26-S183F (n=19) exhibited negligible conductance similar to control pairs (Student's t-test p>0.05) demonstrating an absence of heterotypic channel formation. It is well established that wild-type Cx43 and Cx26 do not form heterotypic channels (Elfgang et al., 1995; White et al., 1995) . Data are the mean ± SE. free solution and subjected to voltage steps from -30 to +60 mV. Steady-state membrane current from each step was plotted as a function of membrane voltage. Steady-state currents for H 2 O injected control cells () were negligible at all membrane voltages. Wild-type Cx26 () steady-state currents increased at each membrane voltage pulse. Heteromeric channels consisting of wildtype Cx26 and mutant Cx26-H73R () or Cx26-S183F () showed a decrease in steady-state currents, indicating reduction of wild-type Cx26 hemichannel activity in the presence of Cx26 mutants. Data are the mean ± SE.
